such as that shown here, is quite obvious without resource to refined radiological methods of diagnosis. Platybasia in Paget's disease seldom causes symptoms of nerve or hind-brain pressure. This is true of the four cases observed by the author, and Moreton (1943) described six such cases in a series of 98 acquired platybasias. None of his six cases had signs of pressure from the basilar invagination. Ray (1942) , on the other hand, described one case in a woman of 47 with an unsteady gait, a weak right arm and a dragging leg for a year. Suboccipital and upper cervical decompression improved her condition. Ray went so far as to say that it was likely that basilar deformity occurs in some degree in the majority of people with advanced Paget's disease.
The author demonstrated radiographs and diagrams illustrating the angle formed by the plane of the hard palate and that of the atlas. The difficulty of measuring the basilar angle of the skull was pointed out, in that the anterior end of the foramen magnum, an essential landmark in measuring the angle, is not visible in lateral radiographs owing to the superimposition of the mastoid processes. Furthermore (Lindgren, 1941) it is the occipital condyles, situated paramedially, and not the clivus, which first give way, and thus the basilar angle would not be altered in early basilar impression. Finally the empiricaJ line drawn by Chamberlain (1939) from the back of the foramen magnum to the hard palate was stated by him to lie above the tip of the odontoid process of the axis. Saunders (1943) , however, showed that 35 out of 100 normal cases which he examined had odontoid processes projecting above Chamberlain's line.
Professor P. C. Cloake said that he had not had an opportunity of testing Dr. Bull's method of diagnosing platybasia by measuring the angle referred to. He agreed that there was great difficulty in practice in measuring the so-called basal angle. He thought that in acquired cases the atlas did not always tilt forwards and upwards, as suggested by Dr. Bull, as the condylar processes of the occipital bone were pressed upwards into the cranial cavity and in congenital cases the arch of the atlas was sometimes fused with the occipital bone. These were purely theoretical objections to Dr. Bull's suggested method. They would have to be tested.
The criterion that the tip of the odontoid process of the axis was not cut by Chamberlain's line (the line joining the posterior end ofthe hard palate to superior posterior edge of the foramen magnum) in normal people also led to difficulty iI, fliagnosing early cases of platybasia. The tip of the odontoid is difficult to identify with certainty in lateral films of the neck and it might appear to lie just below the line or just on it.
It was in the congenital cases of platybasia, often associated with congenital deformities of the cervical spine, that the diagnosis was of most value, because in those cases the deformity of the bones led to pressure upon the spinal cord or interference with its arterial circulation and also gross encroachment on the posterior fossa of the skull, leading to syndromes resembling cerebellar tumour, syringomyelia and amyotrophic lateral sclerosis, which might be relieved by decompression of the occipito-atlantal region.
Dr. Colin Edwards: It has been pointed out in America (Walsh et al., 1941 ) that the term " platybasia" has been used by anthropologists to denote obtuLseness of the sphenoidal angle beyond 150 degrees.-This platybasia, however, causes no symptoms and is not necessarily associated with:the invagination of the foramen magnum and its surrounding areas which does produce neurological symptoms. To this invagination the term "basilar impression " has been given and it is this basilar impression rather than platybasia which invites the attention of neurologists.
Dr. Redvers Ironside said that the transverse and antero-posterior diameters of the skull were much increased in the cases that he had seen. The vertical diameter measured from the margin of the foramen magnum to the vertex of the skull was diminished. This was caused by softening of the base of the occipital bone, which became pushed upwards by the vertebral column on which it rested. The cranial fosse sagged, as it were, round the foramen magnum. Platybasia was therefore a usual finding in such cases. History.-In April 1946 whilst he was serving in Salonika he fell ill and kala-azar was diagnosed. In July 1946 he was given a course of stilbamidine injections, total dosage 0'6 gramme. His kala-azar cleared up and he was quite well until the beginning of October 1946 when one morning he noticed numbness over the tip of his nose and upper lip. One day later the numbness had spread up to around the eyes, and three days later the whole face and forehead were numb.
Affection of the Trigeminal Nerve Nucleus and Central Grey
When first seen on October 10, 1946, his general condition was good, and the only abnormal signs in the C.N.S. were found in the trigeminal nerve, as follows: Sensation: Dulling to pin-prick and impaired perception of light touch and heat and cold, in all three divisions of the fifth nerve on both sides: 2 point discrimination, deep pain, and vibration sense were intact. Motor n.a.d. Corneal reflexes present and equal. Jaw-jerk present.
Ten days later the sense of numbness spread down into the neck and over the back of the scalp the lowest dermatome affected being C3. Since then there has been a gradual improvement in that the sensory loss has become both less extreme and less severe.
Present condition.-Neurological signs are limited to the fifth nerve. Motor and reflex functions of this nerve are normal. The sensory disturbance is as follows: There is dulling to pin-prick and impaired perception of light touch in all three divisions on both sides, otherwise there is no abnormality. Professor S. Nevin: There can be little doubt that the lesion in these cases is in the fifth nerve nucleus and in the central grey matter of the cervical spinal cord. We have here, then, another of these examples of selective action on the nervous system which are always very interesting, but very difficult to explain. The nuclei affected are the chief pontine nucleus and the descending nucleus, and the cells in these nuclei are different structurally from the mesencephalic root of the fifth nerve which appears to be intact, as is shown by the preservation of the jaw-jerk. The other interesting point is that the symptoms set in three months after the injections. How can this long latent period be explained? It is possible that the drug is fixed by the cells and that a toxic substance is liberated later by metabolic changes. It is perhaps possible that it is absorbed at the sensory nerve-endings and produces the lesion when it reaches the cell bodies.
Dr. J. W. Aldren Turner: This trigeminal neuropathy following the use of stilbamidine is common, so common that the use ofthe drug in the treatment ofkala-azar has beenprohibited inIndiaCommand. Stilbamidine is diamidino-diphenyl-ethylene,and it is probably the ethylene linkage which is important in the production of the trigeminal affection, as this radical is also present in trilene, which causes cranial nerve palsies at times, when it is used as an anesthetic in a closed circuit. The other diamidine used in tropical medicine, propamidine, is also toxic to the nervous system and causes a peripheral neuritis but apparently does not affect the trigeminal nerve and there is no ethylene linkage in this compound.
In two personally studied cases of stilbamidine neuropathy there has been dissociated sensory loss in the trigeminal distribution, appreciation of pain and temperature being normal but light touch being impaired, which suggests that the lesion is in the principal sensory nucleus of the trigeminal nerve. In addition the patients had coarse involuntary twitching movements of the upper lip.
